Using the in-situ, isolated, perfused rat adrenal system, the actions of adrenal stimulants on 
MATERIALS AND METHODS

Perfusion
The method used has been described in detail else¬ where (Sibley et (Fig. la) . There was no comparable correlation between aldosterone secretion and initial flow rate (Fig. lb) (Fig. 2) or on steroid secretion (Hinson et al. 1985) . In contrast, subsequent bolus administration of ACTH caused a dose-dependent increase in the rate of perfusate flow through the adrenal gland (Fig. 3) (Fig. 7) . 
DISCUSSION
The in-situ, isolated, perfused rat adrenal preparation has previously been shown to respond in a dose-dependent manner to known physiological stimulants, with increased aldosterone and (in the case of ACTH) corticosterone secretion (Sibley et al. 1981; Hinson et al. 1985) . In this study we have shown that ACTH, in addition to its effect on steroid secretion, has an acute effect on the adrenal vasculature resulting in an increase in the rate of perfusate flow through the gland (Fig. 3) . The increase is correlated with corticosterone, but (in individual experiments) less well with aldosterone secretion. The discrepancy between the aldosterone and corticosterone corre¬ lations with flow may arise because of the differences in the temporal relationships between bolus ACTH stimulation and increased hormone secretion for these two steroids (see Hinson et al. 1985) . It is likely that the variation in initial rates of perfusate flow in a large number of perfusion experiments (Fig. 1 ), which correlate with the variation in initial rates of cortico¬ sterone secretion, reflect varying degrees of residual stimulation of the system arising from endogenous ACTH during the period of operative stress.
The action of ACTH or stress in increasing perfusion medium flow through the gland is in agreement with other physiological (Balfour, 1953; Hartman et al. 1955; Sapirstein & Goldman, 1959; Stark et al. 1965; L'Age et al. 1970; Gerber & Nies, 1979) and anatomical studies (Harrison & Hoey, 1960; Rhodin, 1971; Pudney, Sweet, Vinson & Whitehouse, 1981) (Grant, 1968) . However, the consensus of opinion is that prostaglandin production is not increased by ACTH stimulation (Flack, 1973; Swartz, Williams & Butters, 1983) 
